In view of the recent communication of Corner and Bruce Perry (1942) the following case is of special interest.
A girl, aged 19 ( Fig. 1 ), was first seen on February 21, 1942, when she was admitted to the London Hospital for dental extractions. Since the age of 2 she had been under observation for " heart trouble" with blueness and swollen fingers. Her activities had always been limited by shortness of breath, although for the last three years she had been capable of light work in the home. There had been no faints or cerebral attacks, and there was no history of congenital heart disease in parents or siblings.
She was a tall and well-developed girl with purple cyanosis; this was general, but most striking on the cheeks and lips, as well as in the fingers and toes, which were grossly clubbed. The pulse was regular and of good volume. The apex beat was palpable in the fifth space in the mid-clavicular line, and there were no thrills. Normal heart sounds were heard in all areas, and there was a diffuse systolic murmur of only moderate intensity, maximal in the pulmonary area and below it. The blood pressure was 120/80. There were scattered rhonchi over both lungs and slight lumbar cedema, but no other signs of heart failure.
Radiological examination showed much enlargement of the cardiac outline to the left, probably of the right ventricle, as it was of a sabot shape. There was a deep concavity in the pulmonary artery region and only slight hilar shadows (Fig. 2) Dental extractions were performed uneventfully under gas and oxygen anaesthesia. Venesection on three occasions had no effect upon the patient's condition or blood picture. She was discharged on March 14. On April 2 she was readmitted after an epileptiform fit preceded by difficulty in speech and loss of power in the left side of the face and left arm. The general appearance was unaltered unless the cyanosis was deeper, and there was now orthopncea.
The temperature was 102 and the pulse rate 88. The cardiac signs were unchanged. There was drowsiness, slurring of speech, and neck rigidity. Slight left facial weakness of upper motor neurone type was combined with flaccid weakness of the left arm with absent tendon reflexes. These were the only abnormal signs in the nervous system. After admission the patient had several minor, and one major, epileptiform attacks. Lumbar puncture showed a yellow C.S. c. mm.), no excess of white cells, and protein 30 mg. per 100 c.c. In subsequent days she improved, the nervous symptoms and signs disappeared, and she was fit to get up. But one month after admission she developed a sudden pain under the left costal margin with fever, attributed after necropsy to a paradoxical splenic infarct. The spleen was never felt, but great cedema of both lower limbs with tenderness in the groins indicated spreading iliac thrombosis. The 
DISCUSSION
Pulmonary atresia is an uncommon defect, Abbott (1936) finding 40 examples in 1000 confirmed cases of congenital morbus cordis. We have examined the necropsy reports of the London Hospital, covering a period of 31 years, and found 355 cases of congenital morbus cordis, other than those showing patent foramen ovale alone; among these were 16 cases of pulmonary atresia. Two main types are described, those in which the interventricular septum is closed and the pulmonary circulation is maintained by way of a patent foramen ovale, a dextroposed aorta, and a patent ductus arteriosus; and those in which the interventricular septum is perforate. The prognosis is different, being far worse in the first type with an average duration of life of 3 months and a maximum of 6 months, against an average of 3-4 years with a maximum of 13 years in the second type, as given in Abbott's (1928) series of 31 cases. Harrison (1929) comments on the relatively favourable prognosis where the interventricular septum is patent, and cases, aged 33 and 30, have been reported by East and Barnard (1938), and Bach (1928) , respectively. The collateral circulation in this type has been fully discussed by Harrison (1929) , who emphasized the importance of the bronchial arteries in maintaining it when the ductus arteriosus was closed, and gave references. This was recently noted in two cases by East and Barnard (1938) , and it was a feature in our case, where incidentally the aorta sprang normally from the left ventricle and was not dextroposed.
The bronchial arteries normally arise from the aorta or intercostal arteries and supply the lung tissue (Gray's Anatomy, 26th edition, 1935). They vary in number from one to three for each lung, generally with two on the left and one on the right, and with an anastomosis between these vessels and the branches of the pulmonary artery. The compensatory circulation may also be maintained by a patent ductus arteriosus, by the mediastinal, aesophageal, and other branches of the aorta, or by anomalous vessels arising from the subclavian and thyroidea ima arteries (Abbott, 1932) .
The diagnosis of pulmonary atresia cannot always be made during life as the syndrome of gross cyanosis and clubbing of the fingers, with the ccur en sabot of right ventricular enlargement resembles closely the commoner form of Fallot's tetralogy where there is stenosis, not atresia. If a harsh systolic murmur and thrill in the pulmonary area are added the distinction seems impossible. But sometimes, where the septal defect is large, as in our case, the murmur is slight and the thrill absent; this should suggest the diagnosis.
Cerebral manifestations in pulmonary atresia and stenosis are well recognized. They have been attributed either to paradoxical embolism, or to cerebral thrombosis associated with the polycythemia. We here record hemiplegia and epileptiform attacks which were shown at necropsy to be due to cerebral thrombosis. Their transient nature may be explained by the absence of softening of the brain although there was such extreme distension and thrombosis of the cerebral veins (see Fig. 5 ). 
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